Objectives-To assess the effects of chronic drinking on detection of low amplitude signals, and to determine the relation between late ventricular potentials (LVP) and liver biopsy findings. Design-Prospective study. Setting-General hospital. Patients-41 consecutive chronic alcoholics without known pre-existing heart disease. Methods Although population studies' 2 show disparate relations between alcohol intake and causes of death with a "J" shaped curve, cardiovascular death is the most important cause of mortality in alcoholics.34 Indeed, the ascending part of the J shaped curve could be explained in part by acute heavy ethanol drinking effects on the incidence of arrhythmias,' cardiomyopathy, hypertension, and perhaps silent myocardial ischaemia.5-7 In the British Regional Heart Study, Wannamethee and Shaper3 found a positive association between heavy drinking (more than six drinks daily) and the risk of sudden death, clearly seen in patients with no evidence of pre-existing ischaemic heart disease.
Although population studies' 2 show disparate relations between alcohol intake and causes of death with a "J" shaped curve, cardiovascular death is the most important cause of mortality in alcoholics.34 Indeed, the ascending part of the J shaped curve could be explained in part by acute heavy ethanol drinking effects on the incidence of arrhythmias,' cardiomyopathy, hypertension, and perhaps silent myocardial ischaemia. [5] [6] [7] In the British Regional Heart Study, Wannamethee and Shaper3 found a positive association between heavy drinking (more than six drinks daily) and the risk of sudden death, clearly seen in patients with no evidence of pre-existing ischaemic heart disease.
In drinkers who die suddenly, histopathological studies of the liver often show fatty changes8 9 and fatty infiltration of the heart.'0 To our knowledge, little is known about the effects of drinking on detection of low amplitude signals, which are independent markers of ventricular arrhythmias" and risk of sudden death. In addition, their correlation with fatty infiltration on liver biopsy has not previously been reported in chronic alcoholics. 12 Patients and methods Patients studied were 41 consecutive chronic alcoholics admitted in the alcoholism unit of our hospital over a two year period for liver biopsy (transcutaneous 53%, transvenous 47%), and blood tests of electrolytes and liver enzymes. The liver biopsy specimens were immediately fixed in formaldehyde and embedded in paraffin. Conventionally There was a positive association between the daily ingested quantity of alcohol before the study and the filtered QRS duration (P = 0-02, r = 0.31). Moreover (6) 32 (4) 50 (6) 33 (6) 33 (5) 55 (10) showing that chronic drinking sufficient to cause steatosis is associated with positive findings on signal averaged ECG, which suggests a correlation between cardiac and liver diseases. LVP have been identified as a prognostic factor in the prediction of ventricular arrhythmias,9 especially in postmyocardial infarction patients. They are thought to represent delayed activation of some areas of a diseased myocardium and are therefore considered a marker of an arrhythmogenic substrate. In alcoholic fatty liver, accumulation of fat results from impaired fatty acid oxidation, increased uptake, esterification of fatty acids to triglycerides, and diminished lipoprotein biosynthesis and secretion.'4 1 ' A similar pathway may cause myocardial damage'6 in drinkers who die suddenly.
CONCLUSIONS
This study suggests a relation between the risk of ventricular arrhythmias and derangements of hepatic metabolism that could be explained by a common pathogenetic mechanism at the cellular level of ethanol. Chronic alcohol intake sufficient to cause histologically significant fatty liver is associated with LVP. Because it is a simple and non-invasive technique, the detection of LVP could reveal early, preclinical myocardial lesions, and perhaps help to identify alcoholic patients at high risk of lethal arrhythmias.
